at first to be somewhat arbitrary, if not sufficient; but it has at least the merit of cutting off a variety of suppurative affections, ranging from mercurial periostitis to Riggs' disease, and should prove acceptable if only on the ground that it thus narrows down the subject within the practical limits of a short paper. ETIOLOGY. In the vast majority of cases, the cause may be distinctly traced as a sequence of the death of a pulp, and a direct spread of inflammation from the point where the vessels at the apex of the root of tooth are in immediate relation with the dental periosteum. And, inasmuch as the death of a pulp usually occurs after exposure to the external air, it is impossible in such cases to exclude the septic origin of the initial periostitis. But abscess may ensue on the death of a pulp after traumatic injury without access of air, and here the causation becomes more difficult to determine. And there is yet another form?idiopathic abscess?which is far from uncommon, where there has been neither exposure of pulp or traumatic injury, and the tooth itself is apparently sound and normal in colour. This latter condition, which is probably due to nutritive changes which are difficult to trace, was well illustrated in a mouth which I once examined, where a lady about twenty years of age had three typical sinuses apparently in connection with the sockets of three lower incisor teeth to all appearance sound and healthy. Further interest was attached to the case from the fact that the patient stated that she suffered from a similar state of the mouth for several years during the spring. The condition passed away in a short while without active interference, and did not recur up to the time I lost sight of the case.
In a tooth where pulp has died as the result of a blow,, They may remain in this state without giving rise to any trouble, or they may again become the seat of suppuration, and form what Sir James Paget has termed "residual abscess." A similar state of things in a modified form may happen in the mouth, and it is far from uncommon to note instances, which, I think, may be appropriately called "residual alveolar abscess."
The area of inflammation is generally limited, but the ultimate sequlae may be serious, involving necrosis of bone and destruction of the soft tissues; whilst the pus may eventually burrow through a track which often opens at a great distance from the socket of the errant tooth. As an instance of destructive inflammation of this kind, the specimen handed round is a good example, in which necrosis of the superior maxilla extended from the upper canine to the wisdom tooth on the same side involving the floor of the antrum, as the result of a chronic alveolar abscess in connection with the fang of the first bicuspid tooth. As an instance of the burrowing of pus from a chronic abscess, of which there was absolutely no evidence in the mouth, I may mention a case in my own practice where a canal stood out in contour on the neck of the patient about the size of a goose quill, and eventually bifurcated, each branch ending in a pouch about an inch above the clavicle, which, when full, discharged itself by ulceration of the skin.
But however interesting it might be to discuss fully the clinical aspects of the subject, it is not within the scope of the present paper; but rather to confine your further consideration to the purely pathological phenomena of ordinary cases. And, to this end, I would ask your attention exclusively to the changes which occur in the various tissues involved.
First of all, we may consider the alveolo-dental periosteum, which plays a prominent part; and, inasmuch as the changes which take place may be studied with greater facility in chronic affections, the latter type of inflammation will be taken as illustrating the various processes which I propose to examine. The membrane itself is, as you know, composed of connective tissue of a moderately dense character, and the ordinary primary stages of inflammation common to this type of tissue are in no way different from those which occur in the alveolo-dental membrane. We will, therefore, pre-suppose the infiltration of the tissue with leucocytes. This inflammatory process may end in (i) resolution, (2) organization, or (3) suppuration. 2. Cementosis is the result of a low inflammation, as instanced in the case of teeth which cannot be detected as unhealthy in the mouth, whilst absorption is undoubtedly the result of a higher inflammatory action. The processes are, therefore, dependent upon local nutritive conditions of the alveolo-dental membrane, and variations of these conditions must account for the variation of the processes.
The varieties of cementum deposited may be grouped into four divisions:?(i) Granular, (2) Laminar, (3) Lacunar, {4) Irregular. All of these varieties may be found in cementosis as the result of chronic thickening of the periosteum in a single specimen. In the normal cementum covering ordinary teeth, where the tissue is thin, it will be found faintly granular and almost structureless, whilst in positions where it is thick we have lacunae and canaliculi pretty regularly distributed. it may be noted that the increased transparency of the tissue may be differentiated from the dentine nearer the pulp canal even after the tooth has been softened in acid for the purpose of section cutting. In fact, the process seems to be somewhat analagous to sclerosis of bone, varying in degree rather than in type. It has been generally assumed, in the words of Mr. Charles Tomes, that the vitality of the dentine is sacrificed when the pulp is destroyed; and we have been in the habit of speaking of a pulpless tooth as a dead tooth. I cannot subrcribe to this formula, because I believe that death of the dentine does not necessarily follow death of the pulp. I think I may assert, without fear of contradition, that in the whole range of human pathology not one instance could be found of new living material being deposited on dead tissue. Yet this is true if death of the dentine follows death of the pulp, as the deposition of cementum to repair absorbed patches of 494 American Journal of Dental Science. dentine in pulpless teeth may be easily demonstrated. One of the specimens under the microscope clearly shows this, and is taken from one of the fangs of a lower molar which had been treated for alveolar abscess unsuccessfully for a long period. This last indication of vital action in dentine is one which appears to me to be convincing; and I would particularly invite those members of the Society who are skeptical of anything in the shape of a pathological condition of dentine?and they must be in a large majority?to discuss this particular point, and try and account for such
